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or cavernous hemangiomas. The argon laser is mainly used to
ablate vascular malformations and vascular tumors, but is also
used to treat some benign pigmented lesions, warts, benign
tumors and tattoos.

Laser ablation of abnormal tissue does not differ qualita-
tively from other modes of tissue destruction. There are, how-
ever, a number of important advantages to this mode of
treatment. Extreme localization of the beam minimizes peri-
lesional injury. The laser is excellent at cauterizing small
blood vessels so that a dry operative field and reduced postop-
erative edema are obtained. The wound is sterilized by the
laser beam and, thus, one may operate in a contaminated field.
In addition, postoperative pain is often less than with other
destructive procedures because small nerve endings are
sealed.

There are several disadvantages to laser surgical proce-
dures. The equipment is expensive and not highly portable. In
addition, it is technically sophisticated and, thus, may be
prone to major malfunctions. Because the beam is so pow-
erful, human error in its use can lead to significant cutaneous
burns or eye injuries.

The near future should bring greater use of a newly devel-
oped tunable dye laser that uses a carefully chosen wavelength
(577 nm), which is very selectively absorbed by blood. Thus,
abnormal vascular channels can be ablated without damaging
surrounding normal structures.

NORMAN LEVINE, MD
Tucson
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Dysplastic Nevi-Markers and Precursors
of Malignant Melanoma
THE INCIDENCE of malignant melanoma is doubling every
decade and will affect 25,800 Americans this year, of whom
5,800 will die. No effective treatment is currently available
for those with metastatic disease, the only cure for melanoma
being early detection and prompt surgical excision.

More than half of those in whom melanoma develops are
marked by a recently discovered, clinically distinctive type of
nevus that shows histologic dysplasia. "Dysplastic" nevi
often appear during adolescence, giving alert clinicians time
to spot affected persons and to train them in self-examination
and periodic professional examinations in time to intercept
developing melanomas during the highly curable, superficial
radial growth phase. Inheritance is autosomal dominant with
a high degree of penetrance but with a great variety of pheno-
typic expression, varying from more than 50 large, irregu-
larly pigmented lesions in more severely affected cases to the
more common presentation of several or even solitary small,
subtle lesions within the same family. Unlike common nevi,
dysplastic nevi may continue to appear lifelong, past young
adult years.

Any "new" or changing nevus occurring after age 30
should be carefully examined for evidence of melanoma or
dysplasia. Identification requires bright, close, tangential,
incandescent illumination (preferably halogen) within 30 cm
(12 in) of the skin with an examination lamp. Gently
stretching the skin unfolds the skin creases, revealing early
signs of border irregularity or suffusion of pigment into sur-

rounding skin, speckled or irregular patterns of brown, black
or faint pink and sometimes a relatively lighter pigment in
hose creases. Most dysplastic nevi have at least a small ring

at pigment surrounding them, and many are only mini-
mally elevated. Confirmation requires histologic examina-
tion, preferably oftwo or three of the most suspicious lesions.
In patients with the dysplastic nevus syndrome, about a third
of melanomas arise from the dysplastic nevi themselves, a
third from normal-appearing nevi and a third apparently de
novo from the surrounding skin.

In families with several members affected with dysplastic
nevi and with a history of multiple melanomas, an affected
person's risk ofmelanoma developing by age 59 may be 56%.
As much as 7% of the white population in the United States
may be affected with dysplastic nevi but are without a family
history of multiple melanomas. The lifetime risk of mela-
noma in these persons is under investigation and has been
estimated at 6%, high enough to warrant monthly self-exami-
nations, periodic professional complete skin examinations
and precautionary sun-exposure and sunburn-reducing tech-
niques. Family screening of their relatives by the author in a
collaborative study with the National Cancer Institute has
detected some previously undiagnosed melanomas.

For color photographic resources, write to:
* The Skin Cancer Foundation, 245 Fifth Ave, New

York, NY 10016.
* The Atypical Mole and Melanoma Education Founda-

tion, PO Box 2099, Napa, CA 94558.
* Norcal Mutual Insurance Company, Loss Prevention

Dept, 333 Market St, San Francisco, CA 94105 (videotape
entitled "Melanoma: A costly oversight.")

WILLIAM A. CRUTCHER, MD
Napa, Calijornia
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Contraindications for Using Topical
Steroids
IN PRESCRIBING the topical use of steroids, physicians must be
aware that there are certain conditions when topical steroids
are relatively or absolutely contraindicated. They must also
be alert to the fact that any steroid, and in particular potent
and superpotent agents, may in themselves cause topical and
systemic side effects.

Using topical steroids to treat primary bacterial infections
is not only absolutely contraindicated, but the steroid may
mask the bacterial infection by its vasoconstrictive and an-
ti-inflammatory properties, making diagnosis and treatment
even more difficult. Impetigo, furuncles and carbuncles, par-
onychia, ecthyma, erysipelas, cellulitis, lymphangitis and er-
ythrasma are all conditions in which the use oftopical steroids
is to be avoided.

Some eczematous dermatoses, blistering eruptions and
papular urticaria due to bites-such as scabies-may become
secondarily infected. These macerated, inflamed lesions may
be treated with topical steroids in conjunction with an appro-
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priate anti-infective agent. While topical steroids may help to
reduce pruritus and inflammation, they should never be the
first line oftherapy directed at the infection itself.

Relative contraindications include Candida and dermato-
phytes-because these organisms grow well on macerated
skin, the use of a topical steroid in conjunction with an appro-
priate anti-infection agent may occasionally be appropriate;
herpes simplex and zoster-customary treatment must be di-
rected at the virus itself, but some physicians use a mild- to
mid-strength topical steroid to reduce the burning and itching
of these disorders and even intralesional steroids in an attempt
to reduce the risk of postherpetic neuralgia in patients with
zoster. Extreme caution must be used when topical steroids
are applied to the face.

Potent and superpotent agents-betamethasone dipro-
pionate (Diprolene), clobetasol propionate (Temovate) and
diflorasone diacetate (Psorcon)-have a higher propensity to
cause topical side effects such as atrophy, stria, purpura or
even ulceration, particularly when used in thin-skin areas
(periorbital and groin regions), under occlusion or in a pedi-
atric patient. Acnelike eruptions-rosacea, perioral derma-
titis-may occur on the face with virtually any topical steroid.
Glaucoma has been implicated in many topical agents used
around the eyes.

Practitioners must be aware that package inserts for some
superpotent agents warn against the use of occlusion or in
pediatric patients and require a "rest" period after two weeks
of use to reduce the risks of topical and systemic side effects,
especially adrenal suppression.

ROGER C. CORNELL, MD
La Jolla, Califorria
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Bowenoid Papulosis
BOWENOID PAPULOSIS is a unique and distinctive neoplasm of
the genitoanal region recently shown to be virally induced.
Known by this name and several others over the past 30 years,
the condition has been unified by histopathologic changes
similar to squamous cell carcinoma in situ (Bowen's disease).

Bowenoid papulosis primarily affects sexually active
young adults and appears clinically as multiple skin-colored
or pigmented papules on a circumcised penile shaft or labia
majora and minora, but it may occur anywhere in the geni-
toanal region. The papules may be discrete, grouped, linear,
confluent, smooth or verrucous in morphologic appearance
and texture. They are usually asymptomatic but occasionally
itch. Macular and leukoplakia-like lesions have been de-
scribed.

The differential diagnosis includes warts, condyloma acu-
minatum, seborrheic keratoses, nevi, lichen planus and other
papular conditions. Generally the larger red patches and
plaques of Bowen's disease and erythroplasia of Queyrat are
not confused with bowenoid papulosis.

On histopathologic examination, however, bowenoid
papulosis bears a remarkable similarity to the atypia of
Bowen's disease, with only minimal differentiating features.
Because of this potential confusion and unawareness of the

existence ofbowenoid papulosis, unnecessary ablative proce-
dures have been done in the past.

The natural history of this condition ranges from sponta-
neous regression over a period of months to rarely evolving
into invasive squamous cell carcinoma. Without treatment,
most remain benign and unchanged.

Prior suspicions of a viral cause have been confirmed by
the identification of human papillomavirus (HPV) type 16.
Other recent studies have linked bowenoid papulosis with
HPV 16-induced cervical dysplasia and neoplasia. There is
growing evidence that this disease is sexually transmitted,
thus raising many new concerns regarding an otherwise be-
nign process.

Therapeutic modalities that have been advocated include
topical application of retinoic acid or 5-fluorouracil, cryo-
therapy, electrodesiccation with or without curettage, shave
biopsy, surgical excision, vaporization by laser and inter-
feron injection. Clinicians should use selective judgment in
choosing an appropriate conservative modality, as some cases
spontaneously regress and malignant degeneration is rare.
Because recurrence of bowenoid papulosis is frequent, a bi-
opsy should be taken of lesions recalcitrant to standard
therapy to exclude malignancy.

In view ofassumed sexual transmission and a proven asso-
ciation with cervical neoplasia, our emphasis should be on
prevention. A patient with bowenoid papulosis should be
thoroughly educated regarding HPV infections and the use of
condoms (or abstinence) strongly advocated. Patients should
be routinely examined for-,recurrence. Female patients or
sexual partners of male patients with this disorder should be
followed with regular cytologic, colposcopic and histologic
examinations. DAVID A. SOUTH, MD

Freedom, Ccalifornia

REFERENCES

Gross G, Hagedorn M, Ikenberg H, et al: Bowenoid papulosis-Presence of
human papillomavirus (HPV) structural antigens and of HPV 16-related DNA se-
quences. Arch Dermatol 1985 Jul; 121:858-863

Obalek S, Jablonska S, Beaudenon S, et al: Bowenoid papulosis of the male and
female genitalia: Risk of cervical neoplasia. J Am Acad Dermatol 1986 Mar;
14:433-444

Wade TR, Kopf AW, Ackerman AB: Bowenoid papulosis of the genitalia. Arch
Dermatol 1979 Mar; 115:306-308

Cutaneous Manifestations of the
Acquired Immunodeficiency Syndrome
(AIDS) and AIDS-Related Conditions
INFECTION BY THE HUMAN IMMUNODEFICIENCY VIRUS (HIV)
and subsequent depletion of immune function may involve a
variety of organs in the acquired immunodeficiency syndrome
(AIDS) and AIDS-related conditions (ARC). The skin as a
mirror of internal disease provides a readily accessible diag-
nosis ofAIDS orARC in many cases.

Viral and fungal infections of unusual severity were rec-
ognized early on as harbingers ofAIDS or ARC. Other infec-
tious agents occurring as unusual skin lesions have been
reported recently. Herpes simplex virus, Cryptococcus neo-
formans, Histoplasma capsulatum and Mycobacterium av-
ium-intracellulare may appear as skin ulcers, vesicles or
granulomas. Herpes simplex virus in particular may cause
severe, chronic perirectal ulcerations and abscesses. Mucosal
infections with Candida albicans usually present as white
patches in the buccal and oropharyngeal areas. Hairy leuko-
plakia-white roughened areas along the sides of the
tongue-has recently been linked with the Epstein-Barr virus
and occasionally Candida, herpes and human papillomavirus.
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